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- SUBTYPES OF EVS
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BIOGENESIS AND RELEASE OF EVS
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| / UPTAKE OF EVS
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S ¥ UPTAKE OF EVS
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— REGULATION OF CHEMORESISTANCE BY EVS
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FIGURE 1 | Mechanisms of EVs-mediated chemoresistance miRNAs or proteins such as drug efflux pumps as the key players carrying drug resistance messages.
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S INHIBITION OF EVS
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FIGURE 2 | Inhibitors of lipid-related pathways (bisindolylmalsimide-1, d-pantethine, glyburide, indomethacin, simvastatin, imipramine, GW4869, cambinol, and
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CYTOSKELETAL ORGANIZATION
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FIGURE 3 | Inhibitors of cytoskelstal organization patheays (calpeptin, ¥27632, NSC23766, cytochalasin D, and chloramidine/Cl-amiding) inhibit BV release through
intracedular trafficking and budding of the vesicles.
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 DIFFICULTIES, LIMITATIONS, AND CONSIDERATIONS IN EVS

e INHIBITION

=

g

Efficacy B Specificity

Toxicity




- TARGETING EVS IN CLINICAL APPLICATIONS
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